nervous system birth defects. We previously reported long-term HCMV infection in the 32 glioblastoma cell line, T98G (1). HCMV infection has been further characterized in T98Gs, 33 emphasizing the presence of HCMV DNA over an extended time frame. T98Gs were genomes were also found in purified Ag -AD169-infected cells for the first several passages. 43 Interestingly, latency transcripts were observed from very early times in the 44 Towne-infected cells, even when IE1 was expressed at low levels. Although 45 AD169-infected Ag -cells expressed no detectable levels of either IE1 or latency transcripts, 46 they also maintained large numbers of genomes within the cell nuclei for several passages.
47

INTRODUCTION
64
Human cytomegalovirus (HCMV) is a ubiquitous pathogen, infecting 50-90% of the 65 population worldwide. After primary infection, HCMV establishes a latent infection in the 66 host that lasts for life. Usually infection is harmless to the immunocompetent population, 67 while it is the cause of severe morbidity and mortality in immunocompromised populations. may be responsible for late-onset brain disorders (14-16, 18).
89
The above studies suggest the possibility of persistent infection in the brain, however 90 they have little bearing on the presence or absence of latently infected cell populations.
91
Studying whether there is a source, and its site, of latent infection within the brain is a novel 92 concept, as most latency studies have focused on hematopoietic progenitors in bone marrow 93 and monocytes in peripheral blood, which are known to be primary sites harboring HCMV + rate was 24% at 24 hpi and increased to 40% at 96 hpi ( Figures 1A and B Figure 1D ). Figure 1D clearly shows that the IE1 + rate decreased over passaging (between 395 P0 and P6; P6 = d20) and, similar to our previous work (1), was maintained between 0.5% 396 and 2.0% during later passages (between P7 and P13, data not shown; P13 = d41 respectively and were below 2% at later times (compare to Figure 1D ). 
